INTRODUCTION
K eratosis follicularis spinulosa decalvans (KFSD) is a rare disease with unknown etiology. It clinically presents with diffuse follicular hyperkeratosis of the scalp which progress to atrophy, cicatricial alopecia, and photophobia. The lesions start in childhood, and an aggravation occurs after puberty by the development of scalp pustules with a bacterial infection and causes both functional and cosmetic discomfort. Here, we report a Cypriot girl that diagnosed KFSD that do not have any family history. [1, 2] 
CASE REPORT
The case was under the examination since 30 weeks of intrauterine life with prenatal double sac and intrauterine pericardial effusion. She was born on 37 weeks of pregnancy with a C/S. She was 2190 g weight (<3 percentile), 45 cm height (<3 percentile), and 30 cm head circumference (<3 percentile) at birth with an APGAR score of 9-10 and with sticky residues of the amnion sac on her scalp her height, weight, and head circumference were <3 percentile able to take the precautions and treatments. A punch biopsy of the scalp revealed the keratotic follicular plugging, perifollicular mild to moderate lymphocytic infiltration; perifollicular consentric fibrosis and complete follicular destruction with linear scarring can be seen according to the duration and severity of the disease [Figures 3 and 4 ].
Ophthalmologic examination showed no abnormalities. She had no seizures or symptom of a metabolic disease as well and her tandem mass was normal.
In the genetic consultation, she was found to have no consanguinity of parents, and no other genetic disease was detected in the family. Her chromosome analysis was normal and MBTPS2 gene mutation that may be related to KFSD was also normal.
DISCUSSION
KFSD is an uncommon genodermatosis that is characterized by widespread keratosis pilaris, progressive alopecia of scalp, eyebrows, and eyelashes. [4] There are many sporadic cases, but the most intensive manifestations are found in men suggesting a pattern of X-linked pattern of inheritance. Rare instances of male-male transmission suggested the existence of an autosomal dominant transmission. [1, [3] [4] [5] Compared to the X-linked, autosomal dominant KFSD seems to have a more variable age at the onset ranging from the early infancy to adulthood. [5] The KFSD is reported to have an X-linked inheritance, but there are sporadic cases as well. It may be related to a mutation in MBTPS2. [6, 7] Phenotypic manifestations of KFSD are usually limited to skin, teeth, and eye. However, a rare findings, including developmental delay, growth retardation, abnormal genitalia, and dysmorphicfacies has been reported. [5] Treatment of KFSD is difficult. The aim of treatment is stabilization of the alopecia and clinical improvement of the areas that present erythema and pustulas.
In that point, we should control the inflammation process. Oral therapy with retinoids appears helpful in the inflammatory stage of KFSD, even though therew is a little improvement in the follicular hyperkeratosis. [8, 9] Topical and intra lesions steroids can reduce the hyperkertosis and inflammation, to a certain extent only. [10] To the best of our literature search, this report is the youngest case, without any genetic inheritance and also she had a prenatal diagnosis of placental anomalies. In addition, this disease is more common in males, it is very rare in females. [11, 12] 
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